ABSTRACT. The effects of hypoxia (95% N2/5% C02)
ministered hourly to maintain anesthesia (10 mg/kg i.v.). A tracheostomy was performed, and mechanical ventilation was begun with supplemental O2 at tidal volumes of 12 mL/kg and respiratory rate of 15 min-I. A femoral artery catheter was placed for monitoring of blood pressure, arterial blood gases, and pH. The ewes received an i.v. drip of Ringer's lactate via the jugular catheter at a rate of approximately 100 mL/h. Fetuses were delivered by midline cesarean section and placed on the table adjacent to the ewe without disturbing the umbilical circulation. The fetuses were prevented from breathing air by placing salinefilled rubber bags over their heads. Femoral arterial and venous catheters were placed. The fetuses then received heparin (3000 U i.v.) and were killed by rapid exsanguination from the femoral artery. After exsanguination was complete, the umbilical cord was severed. The ewes were subsequently killed by bolus injection of saturated KC1 (50 mL i.v.) while still under anesthesia.
Full-term newborn lambs were anesthetized with ketamine (25 mg/kg intramuscularly) and chloralose (25 mg/kg i.v.) via a percutaneous jugular or femoral venous catheter. A tracheostomy was performed, and mechanical ventilation was begun with supplemental O2 at tidal volumes of 12 mL/kg and respiratory rate of 20 min-I. The lambs then received heparin (3000 U i.v.) and were killed by rapid exsanguination from the femoral artery. During exsanguination, the lungs were ventilated with N2 and 5% C02.
After exsanguination, the surgical protocol was identical for both premature and full-term lambs. A thoracotomy was performed, and the heart and lungs were removed from the chest. The bronchus to the right upper lobe, which originates above the carina, and its accompanying arteries and veins were ligated and resected to equalize right and left lung weights and to allow measurement of antioxidant enzyme activities, as described below. The right and left mainstem bronchi were cannulated separately. The heart was removed, and cannulas were placed in the right and left pulmonary arteries. The two sides of the lung were completely divided, with care taken to allow free drainage of effluent from the pulmonary veins.
The lungs were ventilated and perfused separately but simultaneously, with one lung serving as the control for the other. Ventilation was instituted in both lungs with 95% N2/5% C02, tidal volume of 6 mL/kg body weight, respiratory rate of 20. min-', and positive end-expiratory pressure of 4 cm of water, using Harvard model 665 small-animal ventilators. The perfusate was composed of autologous blood diluted with 3% dextran in Ringer's lactate to achieve a perfusate hematocrit of 20%. Each lung was perfused at a rate of 50 mL. kg-' . min-I by means of a roller pump and an extracorporeal perfusion circuit consisting of a reservoir, heat exchanger, bubble filter, flow probe, and temperature probe. This flow was chosen because it approximated normal postnatal pulmonary blood flow. The perfusate temperature was maintained at 39°C. Perfusate 0 2 and CO2 tensions (Po2 and Pco2, respectively) and pH were measured at regular intervals using standard electrode techniques. Perfusate glucose concentration was monitored with glucose oxidase strips. Sodium bicarbonate and 50% dextrose were added to the perfusate to maintain pH between 7.35 and 7.45 and glucose concentration between 125 and 250 mg.dL-I. Although this concentration of glucose is greater than that seen in sheep in vivo, our intention was to ensure an adequate glucose supply throughout the perfusion. Each lung was suspended from a Grass model F10 force transducer for continuous measurement of lung AW, and Ppa and Paw were measured continuously with Gould P50 pressure transducers. The preparation is shown schematically in Figure 1 .
Ventilation with 95% N2/5% C 0 2 was continued during a 30-min control period. After 30 min, one lung was selected by coin toss to be ventilated with 95% 02/5% C02. Perfusion was continued for 180 min or until perfusate volume was depleted. At the end of perfusion, the vasculature was allowed to drain until Ppa was zero. Lung WW, BFDLW, and the weights of EVLW and LB were determined using the gravimetric technique of Pearce et al. (1 3) .
Physiologic mechanisms of edema formation. Two experiments were performed to elucidate the mechanism of 02-dependent edema formation in this preparation. First, we attempted to eliminate the effects of differences in pulmonary vascular pressures between hypoxic and hypoxic-hyperoxic lungs by using the vasodilator, papaverine. Full-term (n = 7) and premature (n = 11) lamb lungs were isolated for perfusion as described above. Papaverine (0.1 g. L-' or 3 x M) was added to both perfusates before beginning perfusion. Perfusion conditions were identical to those described above except that perfusion was terminated after 130 min.
Second, we determined the effects of hypoxia-hyperoxia on the osmotic reflection coefficients of albumin and total protein, measured as indices of vascular permeability. Reflection coefficients (u) were estimated using a modification of the filtered volume technique of Maron (14) , as described in the Appendix. Full-term (n = 32) and premature (n = 16) lambs were anesthetized as described above. After exsanguination, the main pulmonary artery, left atrium, and trachea were cannulated, and the lungs were removed from the chest and suspended from a Grass model F10 force transducer for continuous measurement of lung weight gain. Because the lungs were not divided, they were perfused at 100 mL . kg-' . min-' and ventilated with a tidal volume of 12 mL/kg and a respiratory rate of 20 min-I. Ppa and Paw were monitored continuously with Gould P50 pressure transducers. After a 30-min period of ventilation with 95% N2/ 5% C02, ventilation was either continued with 95% N2/5% C 0 2 or changed to 95% 02/5% C02. In full-term lungs, perfusion was continued for an additional 99.1 k 4.6 (SD) min. The left atrial pressure was then raised to 15 to 20 mm Hg by adjusting a screw clamp on the left atrial outflow tubing to achieve a high rate of transvascular fluid filtration. In premature lungs, because of high rates of spontaneous weight gain, perfusion could be continued for only 49.1 + 3.5 min (SD) before measurement of u, and in four preparations left atrial pressure could not be elevated. During the subsequent period of steady weight gain, perfusate samples for measurement of microhematocrit and concentrations of plasma total protein, albumin, and Hb were removed at regular time intervals until the lung had doubled in weight or the perfusate volume was depleted. Albumin and total protein were measured spectrophotometrically using bromcresol green (Sigma Chemical Co., St. Louis, MO) and Coomassie blue G250 (BioRad Laboratories, Richmond, CA), respectively, except in five full-term lungs and one premature lung, in which total protein was measured with a refractometer (1 4-16) . Hb was measured by the method of Beutler (1 7). All measurements were performed at least in triplicate. The osmotic reflection coefficient was estimated as the slope of the regression of In (Ct/Co) versus In [(Hcb-I -l)/(Hctt-' -I)], where Co and C, are the plasma protein concentrations at times 0 and time t, respectively, Hcb and Hct, are the hematocrits at times 0 and t, respectively, and the intercept is set at zero (see Appendix).
To satisfy the assumptions and requirements of this technique, we eliminated preparations in which the maximum change in hematocrit was <1.5%, and the rate of fluid filtration, calculated from the initial and final hematocrits and initial perfusate volume, was <0.2 g/min. kg-' body weight. Hemolysis, estimated from measurements of Hb concentration in whole perfusate and perfusate supernatant, was not significant in any preparation. On this basis, data from 21 full-term and 11 premature lungs were subjected to statistical analysis.
Effects of age on antioxidant enzyme activities. A 2-g sample of the right upper lobe from premature (n = 7) and full-term (n = 10) lambs studied in the first protocol described above was removed before perfusion, homogenized in phosphate buffer (pH 7.8) at a wt:vol dilution of 1:10, and frozen at -70°C for later analysis of enzyme activities. The remainder of the lobe was used to measure wet and dry weight according to the method of Pearce et al. (13) . Hemolysates of red blood cells from blood samples obtained at the time of exsanguination were prepared by the method of Beutler (1 7) and also frozen at -70°C for later analysis. All analyses were done using standard spectrophotometric methods on a Bausch and Lomb Spectronic 7 10 spectrophotometer. Catalase activity was measured by the method of Beers and Sizer (1 8) , superoxide dismutase by the method of McCord and Fridovich (19) , and glutathione peroxidase by the method of Paglia and Valentine (20) . Lung enzyme activities were corrected for blood content as estimated by tissue Hb and were referenced to protein measured by the method of Lowry (2 I). Hydroxyproline was measured by the method of Jamall et al. (22) ; BFDLW was also measured. Blood enzyme activities were referenced to Hb measured by the method of Beutler (1 7).
Statistical analyses. Within-group comparisons of final AW, mean Ppa, and mean Paw in perfused lungs were made using paired two-tailed t tests. Within-group comparisons of gravimetric variables between perfused and unperfused lungs were made using a one-factor analysis of variance with repeated measures. For time-course experiments, comparisons within each age group were made using a two-factor (time, fraction of inspired 02) analysis of variance for repeated measures on both factors. Comparisons of 02-dependent differences between age groups were made using a two-factor (time, age) split-plot analysis of variance. Unpaired, two-tailed t tests were used to compare enzyme activities between age groups. Two-factor (age, fraction of inspired 0 2 ) analysis of variance was used to compare reflection coefficients. Unless stated otherwise, values presented in the text are means 2 SD.
RESULTS
Effects of age on lungfluid balance. In full-term lamb lungs, perfusate Po2, Pco~, and pH during the experimental period averaged 44.3 + 6.0 kPa (333 + 45 mm Hg), 3.2 a 0.4 kPa (24 + 3 mm Hg), and 7.38 + 0.03, respectively, in hypoxic-hyperoxic lungs and 1.6 a 0.5 kPa (12 4 mm Hg), 3.0 + 0.3 kPa (23 2 2 mm Hg), and 7.38 + 0.07 mm Hg, respectively, in hypoxic lungs. As shown in Table 1 , perfusion of full-term lungs increased WW and blood weight in both the hypoxic and hypoxic-hyperoxic groups, but EVLW was increased only in hyperoxic lungs. Hypoxic-hyperoxic lungs had higher WW than hypoxic lungs due to higher EVLW. LB weights were not different. Compared with hypoxic lungs, cumulative weight gain during the experimental period was greater in lungs exposed to hypoxia-hyperoxia Table 2 , perfused premature lungs had higher WW and LB than unperfused lungs; however, EVLW was decreased by perfusion, possibly due to absorption of intraalveolar fetal lung fluid. Hypoxic-hyperoxic lungs had higher WW than hypoxic lungs. This difference was due to higher LB rather than higher EVLW and was consistent with the frequent occurrence of bloody tracheal edema and subpleural collections of blood, indicating hemorrhage. These hemorrhagic phenomena occurred in four of seven reoxygenated and one of seven hypoxic premature lungs but were not observed in fullterm lungs. Cumulative lung weight gain was greater in lungs exposed to hypoxia-hyperoxia. There were no differences in mean Ppa or Paw. A comparison of Tables 1 and 2 reveals that WW and EVLW of the unperfused right upper lobes were greater in premature lambs, probably because of the large volume of intraalveolar water in these lungs. Comparison of the other results in Tables  1 and 2 is difficult, however, because full-term lungs were perfused longer than premature lungs (1 39.3 + 17.7 min versus 92.9 + 10.0 min, p < 0.05). To allow comparison between age groups, we examined the time courses of AW, Ppa, and Paw in lungs that completed 100 min of perfusion. On this basis, three fullterm and two premature lungs were excluded. As shown in Figure  2 , lung weight gain increased steadily over the course of perfusion in both full-term and premature lambs and was accelerated by hyperoxia. This 02-dependent effect was greater in premature lambs. Peak Paw in full-term lungs averaged 9.5 mm Hg, was not altered by hyperoxia, and did not change over time. In premature lungs, peak Paw was higher and increased at the end of perfusion in lungs exposed to hypoxia-hyperoxia. The timecourse differences in Ppa were more complicated. In full-term lambs, Ppa exhibited a progressive decline, which was accelerated in the reoxygenated lung. In premature lungs, a similar trend was seen for the first 40 min of the experimental period, but thereafter Ppa rose in the hyperoxic lung. Figure 3 directly compares the time course of the 02-dependent differences in weight gain, Ppa, and peak Paw for premature and full-term lungs. For each variable, the change caused by hypoxiahyperoxia was greater in prematures.
Physiologic mechanisms of edema formation. As shown in Figure 4 , papaverine eliminated 02-dependent differences in Ppa, AW, and Paw in both full-term and premature lungs. In fullterm lambs, papaverine-treated lungs had lower vascular pressures than untreated lungs and did not gain weight during the experimental period (Figs. 2 and 4) . In contrast, lung weight gain in papaverine-treated premature lungs exceeded that in untreated lungs despite markedly lower vascular pressures in the papaverine-treated group [Ppa = 24.7 + 2.8 versus 44.8 f 6.9 mm Hg (SEM), p < 0.0011. Figure 5 shows the regression analysis of In (Ct/Co) versus In [(Hcto-' -l)/(Hctt-' -I)] in a representative experiment. For all lungs, the correlation coeficient (?) for these regressions averaged 0.9 13 f 0.025 (SEM) for albumin and 0.903 + 0.026 (SEM) for total protein. Table 3 shows the mean osmotic reflection coefficients for full-term and premature lungs calculated from the slopes of these regressions. There were no 02-or agedependent differences in either aalb or at,. As expected, aalb was Effect of age on antioxidant enzyme activities. Tables 4 and 5 show catalase, glutathione peroxidase, and superoxide dismutase activities for lung tissue and erythrocytes, respectively. Catalase activity in premature lungs was about half of that in full-term lungs. There were no age-related differences in lung superoxide dismutase or glutathione peroxidase activities. Results were similar whether normalized to hydroxyproline concentration, pro- tein concentration, or BFDLW. In erythrocytes (Table 5) , catalase activity was also lower in premature lungs. Again, there were no age-related differences in the activities of superoxide dismutase or glutathione peroxidase.
DISCUSSION
The first purpose of this study was to determine whether hypoxia-hyperoxia altered lung fluid balance in isolated lamb lungs. As shown in Figures 2 and 3 and Table I , weight gain and EVLW were higher in reoxygenated full-term lungs. Thus, relative to hypoxia alone, hypoxia-hyperoxia caused pulmonary edema in this age group.
Ppa progressively decreased during the control period, presumably due to progressive vasodilation. The cause of this vasodilation is unknown. During the experimental period, Ppa was lower in the hypoxic-hyperoxic group (Fig. 2) . Possible explanations for this difference include 02-mediated release of vasodilating substances (23) and reversal of hypoxic vasoconstriction. The latter seems unlikely, inasmuch as severe steady state hypoxia did not cause vasoconstriction in previous studies of lamb lungs (24) . With respect to the former, it was found that oxygenation of fetal lungs caused release of bradykinin (25) and that bradykinin could secondarily induce release of prostacyclin, a potent pulmonary vasodilator (26) . Whether this occurred in our fullterm lungs is unknown. These effects of reoxygenation on Ppa differ from those observed by Allison et al. (6) in isolated lungs of adult dogs, in which reoxygenation caused an increase in pulmonary vascular resistance. This difference may be related to species or age.
The occurrence of a greater amount of EVLW in association with lower pressures suggests that, in full-term lungs, hypoxiahyperoxia increased vascular surface area or permeability. This suggestion is consistent with the observation of Allison et al. (6) that reoxygenation of hypoxic dog lungs increased the filtration coefficient.
Premature lungs showed a vascular response similar to that of full-term lungs during the early part of the experimental period, in that reoxygenation accelerated the decrease in Ppa (Fig. 2) ; however, this was followed by an increase in Ppa, so that by 90 min, pressures in the hyperoxic lungs exceeded those in the hypoxic lungs. This late increase in Ppa was associated with higher weight gain, indicating that, in this age group, hydrostatic forces may have contributed to the gain in weight.
Gravimetric analysis showed that the higher weight gain in reoxygenated premature lungs, unlike full-term lungs, was associated with higher LB weight (Table 2) , suggesting hemorrhage or increased vascular volume. The former seems more likely for two reasons. First, premature lungs became obviously hemorrhagic during perfusion, as manifested by blood in tracheal edema fluid and in subpleural collections. These phenomena were not observed in full-term lungs. Because erythrocytes were used as the intravascular marker in the gravimetric analysis (1 8), hemorrhage would cause underestimation of EVLW. Second, before gravimetric analysis was performed, perfusate was allowed to drain from the lung until vascular pressure equalled zero. Thus, the data suggest that, in premature lungs, reoxygenation accelerated weight gain by increasing hemorrhage.
The greater hemorrhage seen in reoxygenated premature lungs implies an increase in permeability; however, because Ppa was also higher in reoxygenated lungs, the weight gain induced by hypoxia-hyperoxia could also be due to increased vascular pressure or surface area. To help distinguish among these possibilities, we performed two additional experiments. First, to evaluate the role of vascular pressure, we eliminated differences in vascular pressures between reoxygenated and control lungs by treating the lungs with a vasodilator. Second, to evaluate the role of permeability, we measured reflection coefficients for albumin and total protein.
Papaverine directly relaxes vascular smooth muscle, possibly by interfering with calcium influx (1 5). This nonspecific vasodilator has been used previously to evaluate the effects of changes in vascular tone on lung fluid balance. In full-term lungs not receiving papaverine, as described above, hypoxia-hyperoxia decreased Ppa and increased weight gain relative to hypoxia alone, suggesting increased surface area or permeability. In full-term lungs treated with papaverine, these 0,-dependent differences (Fig. 4) were eliminated. These results suggest that the 02-dependent increase in weight gain seen in untreated lungs (Fig.  2) was related to the 02-dependent decrease in vascular pressure. Because surface area is more likely than permeability to increase with a decrease in pressure, these findings imply that the weight gain induced by reoxygenation was due to increased surface area. However, Ppa in papaverine-treated lungs were much lower than in untreated lungs (18.5 a 0.9 versus 33.5 +-5.0 mm Hg, p < 0.005), and significant weight gain did not occur during the experimental period (Fig. 4) . This indicates that, in full-term lungs, papaverine may have lowered vascular pressures below the threshold necessary for edema formation, making it impossible to infer changes in either surface area or permeability.
In premature lungs, papaverine greatly reduced Ppa and eliminated the 02-dependent differences in Ppa and weight gain (Fig.  4) . This result is consistent with the possibility that, in untreated premature lungs, reoxygenation increased weight gain by increasing the transvascular hydrostatic pressure gradient; however, during the control period, papaverine-treated premature lungs had greater weight gains than untreated premature lungs despite lower vascular pressures (Figs. 2 and 4) , suggesting that papaverine itself may have been injurious. This possibility is consistent with the findings of Maron et al. (28) , who recently reported that papaverine decreased the osmotic reflection coefficient for total protein in isolated dog lobes. This complicated the interpretation of our results.
To assess more directly whether the alterations in lung fluid balance caused by hypoxia-hyperoxia were due to differences in permeability, we measured protein reflection coefficients for total protein and albumin, using a modification (see Appendix) of the filtered volumes technique described by Maron (14) . In full-term lungs, reflection coefficients for total protein and albumin averaged 0.613 * 0.068 and 0.469 +-0.073 (SEM), respectively. These values are less than those reported in intact mature sheep (0.89 and 0.84, respectively), in which reflection coefficients were assessed using lymph to plasma protein concentration ratios under conditions of high filtration rates (1 6) . These inconsistencies seem unlikely to be due to differences in technique, because it has been demonstrated that the osmotic reflection coefficients measured by the filtered volume technique did not differ significantly from those measured by the ratio of lymph to plasma protein concentrations (29) . It seems more likely that the difference was due to an increase in permeability that may have occurred as a result of extracorporeal reperfusion (7) or hypoxic exposure.
As shown in Table 3 , we did not find differences in osmotic reflection coefficients for total protein or albumin between the hypoxic and hypoxic-hyperoxic groups. These findings, in combination with those described above, indicate that the effects of hypoxia-hyperoxia in full-term lungs were mediated by changes in vascular surface area and not by changes in permeability or vascular pressure.
Based on our observations of hemorrhage in premature lungs, we anticipated that reflection coefficients would be lower in this age group, particularly after reoxygenation. Surprisingly, this was not the case (Table 3 ). This result suggests that the alterations in lung fluid balance caused by reoxygenation in premature lungs were due not to increased permeability, but to increased intravascular pressure, which in turn led to hemorrhage and edema formation. It should be noted, however, that high rates of spontaneous weight gain in premature lungs forced us to measure reflection coefficients 49.1 a 3.5 min into the experimental period, as compared with 99.1 + 4.6 min in full-term lungs. This time may have been insufficient for differences in permeability between control and reoxygenated premature lungs to develop (Figs. 2 and 3) . Thus, a reoxygenation-induced increase in permeability cannot be excluded.
The second purpose of our study was to determine whether lungs of premature lambs were more susceptible to anoxiareoxygenation injury than those of full-term lambs. The two age groups are directly compared in Figure 3 , which demonstrates that reoxygenation-induced changes in lung weight gain, Ppa, and Paw were greater in premature than in full-term lungs. These age-related differences suggest that prematurity increased susceptibility to the effects of hypoxia-hyperoxia in this model. There are at least two possible explanations for this increase in susceptibility. First, interstitial pressure may have been lower in premature lung. As noted above, premature lungs had higher peak Paw than full-term lungs despite equal end-expiratory pressures and equivalent tidal volumes. This difference was undoubtedly due to lower surfactant activity and higher lung water in the premature lambs. Because of mechanical interdependence, higher Paw (and therefore transpulmonary pressure) may have resulted in lower interstitial pressures, causing greater filtration or hemorrhage at any level of vascular pressure and potentiating the effects of possible increases in endothelial surface area or permeability. Furthermore, increased epithelial permeability in premature lungs (25) may have favored movement of interstitial fluid into the alveolar spaces, thereby ameliorating the tendency for interstitial pressure to increase with edema formation. We do not know whether these events occurred.
Second, there may have been greater production of toxic O2 metabolites or deficient antioxidant defense mechanisms in premature lungs. We know of no evidence to suggest that production of toxic 0, metabolites is greater in premature than full-term lungs; however, Frank and others (3) (4) (5) have reported in several species that activities of lung catalase, superoxide dismutase, and glutathione peroxidase do not develop until the last 10 to 15% of gestation. Moreover, Ripalda et al. (30) reported that catalase and glutathione peroxidase activities in human erythrocytes increased with gestational age, whereas superoxide dismutase activity did not change. Because erythrocytes can scavenge O2 radicals (3 1) and decrease oxidant-induced injury in isolated perfused lungs (32), these results suggest that the ability of erythrocytes to act as an endogenous antioxidant defense system may also be a function of gestational age.
As shown in Table 4 , we found that catalase activity in premature lungs was about half that in full-term lungs (6.8 versus 15 .2 IU/mg protein). These differences persisted when activities were expressed relative to hydroxyproline concentration or BFDLW. There were no differences in lung superoxide dismutase or glutathione peroxidase activities. Erythrocytes showed a similar pattern (Table 5 ). These findings raise the possibility that lower lung and erythrocyte catalase activities may have contributed to the increased susceptibility to hypoxia-hyperoxia in premature lungs. Hydrogen peroxide, which is scavenged by catalase, has been shown to cause vasoconstriction and increase vascular permeability in isolated rabbit lungs (33, 34) . The vasoconstriction induced by hydrogen peroxide may be due to release of thromboxane (33) , which has been implicated as a mediator of spontaneous injury in isolated sheep lungs (35) , or to inhibition of release of prostacyclin (36) , which is thought to be the major vasodilating modulator of the neonatal pulmonary vasculature (37) . Further investigation will be required to determine the role of hydrogen peroxide in this model.
APPENDIX
In an isolated organ perfused with recirculating blood, conservation of mass dictates that in the absence of hemolysis or evaporation, the change in perfusate fluid volume over time can be described by the equation where V, is equal to the volume of fluid (plasma), J is equal to the volume of plasma filtered across the vascular endothelium per unit time, QL is equal to the volume of blood leaving the system per unit time by leakage or hemorrhage, and Fw is equal to the fraction of water in the perfusate.
Because erythrocytes are not filtered and can only leave the system via leakage or hemorrhage, the change in erythrocyte volume over time can be expressed as where VRBc is equal to the volume of erythrocytes and FRBC is equal to the fractional volume of erythrocytes in the perfusate.
Because the total volume in the system (V) is equal to the sum of erythrocyte and plasma volumes, we can also state that V, = VF,
and Because V can also described by the equation
where Vo is equal to the initial perfusate volume and t is equal to time, 
which can then be integrated to yield the relation FRBC/FRBCO = (v~/v)"('+Q~).
This equation confirms that the change in hematocrit over time is a function only of J and QL.
The quantity of protein in the perfusate at any given time can be described as q = V,C
( 1 1) where q is the quantity of protein and C is the concentration of protein in the plasma. Then, dq/dt = V, dC/dt + C dV,/dt.
At sufficiently high filtration rates, the contribution of diffusion to transvascular protein flux becomes insignificant and dq/dt can be expressed as dq/dt = -j(i -C)C -QL~,c 
